mmHg. Serum haemoglobin was 7-5 g/dl and the erythrocyte sedimentation rate was 100mm in the first hour. The chest radiograph showed considerable distension of the ascending aorta and arch ( fig  la) . A cardiologist suggested that she had a dissection of the aorta but further investigations were not performed.
The terminal event in more than two thirds of patients who die soon after proximal dissection of the aorta is intrapericardial rupture progressing rapidly to massive haemopericardium and tamponade.'
Even when it does not cause a haemopericardium, acute proximal aortic dissection carries a poor prognosis.2 In a review of 425 patients none of those treated medically survived for more than nine years.' When patients do survive with chronic aortic dissection, symptoms are most frequently those of congestive heart failure rather than tamponade.
We report a patient in whom tamponade developed 16 years after the initial aortic dissection.
Case report A 56 year old woman was admitted on 1 October 1985 complaining of breathlessness which had increased progressively over three weeks. She could walk for only 10 yards; she was breathless at rest and dizzy when standing. She also reported epigastric discomfort and anorexia.
She had been treated for hypertension since the age of 27, after having nephritis when she was seven and pyelitis when she was 21. 
Discussion
This patient is unusual because she survived for 16 years after a proximal aortic dissection which was treated medically and because she then presented with tamponade.
The circumstantial evidence indicates that she suffered a dissection in 1969, on a background of hypertension and during physical exertion, which is an associated factor in some acute dissections.'
Thereafter there was a gradual increase in the cardiothoracic ratio, presumably as thrombus con- 
